Case C: A tuberculoma with no history ofprevious tuberculosis An Indian male aged 32, with no previous history, suddenly collapsed into coma. Angiography showed a large avascular mass in the left temporal region. Following removal of this greyishcream lobulated tuberculoma measuring 4.5 x 2.0 x 1.3 em, the patient recovered well and is still alive.
Case 0: A tuberculous abscess with a history oftreated pulmonary tuberculosis An Indian male aged 30, who had begun treatment for tuberculosis six months previously, having presented with headache and vomiting and a tuberculous pleural effusion, was readmitted following two grand mal seizures. Angiography and computer-assisted tomography showed an avascular mass in the left inferior frontal region which, on removal, was found to be a cavitated tuberculoma measuring 3.0 x 2.8 x 2.3 am.
Microscopical findings
In cases A and B there was a pronounced leptomeningeal reaction, with large irregular areas of caseous necrosis and a dense exudate of lymphocytes and plasma cells. Rich's foci -small tubercles in the immediately subpial parenchyma (Rich 1951 )-were found basally in A and B and in the parietal cortex in B (Figure 3 ). There was also a border-zone parenchymal reaction of oedema, gliosis and some perivascular inflammation.
Arteries traversing the caseous exudate showed fibrinoid changes in the media, breaks in the internal elastic lamina (Figure 4) , recent organizing thrombus, and an infiltrate oflymphocytes and plasma cells. In A, large areas of infarction were found in relation to the small occluded branches of the middle cerebral.
The tuberculomas showed the classical appearance of caseating tuberculosis, with coalescence of many of the small tubercles into a conglomerate solitary mass. In D this had undergone liquefaction to form a thick-walled tuberculous abscess ( Figure 5 ). Giant cells of Langhan's type and larger forms were found in C and D but not in A or B.
Discussion
These cases illustrate some atypical presentations of tuberculosis -as epilepsy, cranial nerve palsy, evolving stroke, or space-occupying lesion -and the histology demonstrates their pathological basis, viz., the exudate, the involvement of parenchyma and the vasculitis. In cases with a more prolonged survival than A or B, progressive changes occur in the exudate and vessels. In the exudate there is a marked laying down of fibrin, producing a plaque up to 2 em thick which may obliterate the subarachnoid space and cause hydrocephalus. The vesselstraversing this initially-caseous exudate are thought to be altered from without (Rich & McCordock 1933) and show an intense vasculitis (Doniach 1949) ,which is not present in vesselswhere there is little or no exudate. In this arteritis, caseous necrosis or tuberculous granulomata may be found in the adventitia, which in treated cases is replaced eventually by a ring of hyalinized collagen.
The advent of antituberculous therapy has reduced the postoperative incidence of tuberculous meningitis following resection of tuberculomas. The natural history of the arteritis, however, has not been affected. Since the grosser the caseous exudate, the more profound is the arteritis (Tandon & Pathak 1973) , the increased caseation seen in the exudate of streptomycin-treated cases (Auerbach 1951)may be responsible.
These cases demonstrate that intracranial tuberculosis may prove an increasing problem in non-European immigrants and that failure to recognize its more unusual presentations in the absence of organisms in the CSF could result in delay in commencing therapy (Kocen & Parsons 1970 ,Smith 1963 In March 1976 Mr T D, aged 65, developed an influenza-like illness which resulted in weight loss; he did not make a good recovery. At the age of 4 years (1914)'he was said to have had rheumatic fever, and his army medical grading in 1943was B2.
In May 1976 he suffered progressive shortness of breath, nausea, night sweating and dull ache in anterior chest. He was admitted to hospital on 15May with slight fever, finger clubbing and pansystolic and early diastolic murmurs. Investigations showed: jugular venous pressure elevated 3 em; blood pressure 110/60; pulse regular; mild leg oedema; hepatomegaly, no splenomegaly; haemoglobin 9.7 g/100 ml; WBC 19000 (15010 polymorphs); ESR 100 mm/h (Westergren); urine, no protein and no blood; blood cultures, Staphylococcus epidermidis from all six bottles.
Treatment
On 20 May treatment was started with intramuscular penicillin, 2 million units 6 hourly. However, the patient's condition deteriorated and on 24 May he was transferred to the Brompton Hospital for consideration of surgical treatment. Operation on the following.day
